SUMMARY Since the first description of primary adrenocortical insufficiency by Thomas Addision in 1855 several large series of patients with Addison's disease have been published. 1-3
weakness, recurrent vomiting, and leg pain of two weeks' duration. Past history included secondary amenorrhoea since age 24 due to premature ovarian failure after three normal pregnancies, and urinary tract infections for several years. The patient had increasing weakness and had lost 20 kg in weight over the previous two years. During the two weeks before admission the patient complained of severe pain in both thighs and knees aggravated by motion, generalised weakness, and recurrent vomiting after each meal.
On physical examination the patient was somnolent, with blood pressure 100/70 mmHg and pulse 88-regular; diffuse skin hyperpigmentation and scant axillary and pubic hair were noted. There were 60°flexion contractures of both knees with pronounced tenderness in the thigh muscles.
Laboratory studies showed white blood cell count Our patient presented with muscle pain and tenderness, contractures of the knees, increased levels of muscle enzymes, and a myopathic pattern on EMG. Since both the myopathic features and the signs and symptoms of Addison's disease responded concomitantly and dramatically to steroid replacement therapy we assume they are causally related. Theoretically, myopathy in Addision's disease could result from mineralocorticoid or glucocorticoid deficiency, or both. On admission our patient had severe hyponatraemia and reduced aldosterone levels, reflecting significant impairment of mineralocorticoid function. In the literature we found two case reports of rhabdomyolysis in hypon1atraemia.3 14 In these patients the fall in serum sodium was rapid, in the clinical context of acute water intoxication. In view of the long history suggestive of Addison's disease and the mild neurological symptoms relative to the degree of hyponatraemia we assume the metabolic derangement in our patient developed gradually, and hence we are inclined to relate the myopathy to the glucocorticoid deficiency. Since both the electrolyte imbalance and the steroid deficiency were corrected simultaneously, however, the relative role of these two factors in causing the muscle damage could not be ascertained. 
